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Effect of Humanin on microglia OX-42 expression in experimental Alzheimer’s
disease mice
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[ Abstract] Objective To investigate whether Humanin (HN) has an in vivo neuroprotective effect on experimental mice with
Alzheimer’s disease (AD) and the possible mechanism. Methods AD models were established by intracerebral injection of
B-amyloid protein (AB). A total of 60 healthy male mice were randomly divided into 3 groups: sham operated group (n=15), AB model
group (n=15) and HN treatment group (n=30). Changes in expression of OX-42 in hippocampal region were observed by the
immunohistochemical method on 3,7,14 days after modeling. Nissl staining was performed to detect the pathological changes of the
hippocampal region of different groups of animals. Results  The number of OX-42 positive cells in hippocampal region was reduced in
HN treatment group on 3,7,14 days (P < 0.05). Pathological changes of the hippocampal region were detected by Nissl staining in
both AP model group and HN treatment group after surgery, but the inflammatory changes of HN treatment group were less than AB
model group at each time point. Conclusion In vivo, HN can reduce the expression of OX-42 induced by the toxicity of ABss.3s
which proved that HN has neuroprotective effect.
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Figure 1 Expression of OX-42 in hippocampal region on day 3 (SABC X200)
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Figure 2 Pathological changes of hippocampus on day 3 (Nissl staining X 200)
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Table 1  Numbers of OX-42 positive cells

in hippocampal region (n=15, Xts)
451 3d 7d 14d
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AB T 199.0+7.7 1688+141  137.8+50
HN VY74 118.8+131°  113.6+9.1" 928+9.7

T SABHAIA H A, P < 0.05
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